syNopsis A case is described of a 59-year-old woman presenting with multiple renal tubular defects. The aminoaciduria was of a generalized type. When investigated initially the only feature of myelomatosis was urinary Bence-Jones protein. Two years later radiologically classical multiple myelomatosis developed and rapidly progressed to the patient's death nine months later. 
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The coexistence of myelomatosis and the Fanconi syndrome has previously been described. Harrison and Blainey (1967) examined by one-and two-way starch electrophoresis in July 1964 and showed some typical components of tubular protein and in addition bands like a Bence-Jones protein. She was therefore diagnosed as having an adult form of the Fanconi syndrome although evidence of osteomalacia was minimal. There was no family history of this condition or of renal disease and no parental consanguinity. It was thought that there could well be associated myelomatosis. Treatment was started with vitamin D and calcium lactate, and there was a striking improvement in all her symptoms, except for fatigue which persisted.
In July 1965 serum and urine immunoelectrophoresis was performed and showed free light chains in the serum and Bence-Jones proteinuria.
In September 1966 the back pain became worse. The patient had become weak, tired, and had lost 1 kg in weight. On examination she was now pale and had developed a slight dorsal kyphoscoliosis with tenderness on percussion over the lower spine and ribs. Investigation Hallen (1966) and Hobbs (1967) have discussed the criteria needed to make the diagnosis. They agree that the diagnosis is supported by finding radiological evidence of osteolytic lesions, an excess of atypical plasma cells in the bone marrow, the presence of an abnormal globulin band on serum electrophoresis, or Bence-Jones proteinuria. Hallen emphasized the importance of radiological evidence of osteolytic lesions for which no other cause could be found, but Hobbs did not consider these changes to be essential in making the diagnosis. According to the criteria of both authors the present patient had multiple myelomatosis.
A variety of renal tubular defects has been described in association with myelomatosis. In some cases aminoaciduria and glycosuria were noted (Engle and Wallis, 1957; Short and Smith, 1959; Costanza and Smoller, 1963) ; in others these defects occurred with evidence of osteomalacia of renal origin as well (Sirota and Hamerman, 1954; Dragsted and Hjorth, 1956; Muntendam, 1958) . The term 'adult Fanconi syndrome' is best confined to the latter group to conform with the original description of Fanconi (1936) . Although this condition is associated with tubular defects greatly in excess of any glomerular dysfunction, the presence of a raised blood urea level does not exclude the diagnosis of the Fanconi syndrome because an entirely independent glomerular disorder may be superimposed, eg, as a result of the other types of renal disorder described in myelomatosis (Harvey, Walker, and Yardley, 1963) . In the present case there was evidence of multiple renal tubular defects in the absence of azotaemia.
The analysis of blood and urine amino acids (Table II) showed that the aminoaciduria was of a generalized type with increased clearances affecting all transport systems (Milne, 1964) , indicating nonspecific tubular malfunction.
Harrison and Blainey review seven cases of renal tubular disorder accompanying multiple myeloma. They include the case reported by Dedmon, West, and Schwartz (1963) which had cirrhosis with a diffuse increase in gamma globulin containing 12% macroglobulin. In our opinion there is insufficient evidence to support a diagnosis of myelomatosis in their case. In the other six cases there was evidence either of typical multiple myelomatosis or of 'essential hyperglobulinaemia' (Waldenstrom, 1952) .
The two cases of Harrison and Blainey are unusual because Bence-Jones proteinuria occurred without serum abnormalities or other evidence of myelomatosis. They suggest that these cases may represent 'benign essential Bence-Jones proteinuria' in association with the Fanconi syndrome. These authors concluded, after their review of the literature, that the complete Fanconi syndrome had not presented as a complication of radiologically classical multiple myeloma and had been consistently associated with a relatively benign course of the myeloproliferative disorder.
The present case is an example of a patient presenting with multiple renal tubular defects associated with Bence-Jones proteinuria. Two years later radiologically classical multiple myelomatosis developed and rapidly progressed until the patient's death nine months later.
